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Venomous snake bites may result in neurologic or hemostatic dysfunction. Viperine (hemotoxic) snake bites may produce coagulopathy, which may result in several systemic complications. Ocular involvement is rare. Common ocular problems encountered after a snake bite are generally neurologic (ptosis, ophthalmoplegia, accommodation paralysis, and optic neuritis). Visual loss may result from direct inoculation of venom into the eye (globe necrosis, keratomalacia, and uveitis), from optic neuritis, or secondary to hemostatic abnormality (vitreous hemorrhage, cortical infarction, and central retinal artery occlusion).
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Report of a Case. A 17-year-old girl was bitten by a viperine snake. She was admitted to a local hospital in an unconscious state and administered first aid, anti-snake venom serum, and supportive care. She regained consciousness 14 hours after the snake bite and 6 hours later reported loss of vision in her left eye. She came to us 5 days later. Visual acuity was recorded as 20/20 OD and no light perception OS. Ophthalmological examination disclosed unremarkable anterior segment and normal intraocular pressures in both eyes. Relative afferent pupillary defect was observed in the left eye. Fundus examination revealed optic disc hyperemia, splinter-shaped hemorrhages at the posterior pole, and a cherry-red spot at the center of the macula (Figure 1) . Fluorescein angiography demonstrated normal armretina (10-second) and arteriovenous transit (11-second) times. Blocked choroidal fluorescence was observed in relation to the nerve fiber layer hemorrhages. The most striking feature on fluorescein angiography was pruning of the perifoveal capillaries. The silhouette of occluded macular capillaries was observed against the choroidal flush. Late-phase angiograms showed optic disc staining (Figure 2 mg/wk) were started. Three months later, the visual acuity remained no light perception. Optic disc pallor and gross attenuation of perifoveal vessels were noted. The macula showed pigment clumping and atrophy (Figure 3) .
Comment. Snake venom is a complex heterogeneous composition of substances that predominantly affects the synapse (neurotoxic) or coagulation pathway(hemotoxic).Largedosescan resultindisseminatedintravascularcoagulopathy (DIC) and ischemic damage to vital organs. Toxic vasculitis has reportedly been caused by certain species of the Viperidae family. 5 Hemorrhagins (complement-mediated toxic components of viperine venom) may induce severe vasospasm, endothelial damage, and increased vascular permeability. Vasospasm and/or DIC may result in vascular occlusion. Fibrin thrombi in the capillaries, perivascular hemorrhages, and necrosis, all observed in our patient, are features of DIC.
The likely cause of visual loss could be (1) ophthalmic artery occlusion with subsequent dislodge of fibrin emboli into the end arterioles at the posterior pole; or (2) retinal necrosis and macular infarction secondary to an aborted DIC process associated with toxic optic neuropathy (venom or ASV serum toxicity).
Ocular complications following a snake bite range from keratomalacia to vitreous hemorrhage, 4 uveitis, optic neuritis, 3 globe necrosis, and visual loss due to cortical infarction. 5 We are unaware of any previous report in the literature of macular infarction following a viperine snake bite. Visual prognosis is poor despite medical treatment.
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